Corrosive poisoning is a common emergency as corrosive agents are easily available for household use. Emetics and neutralizing agents should be avoided in treatment. Management of corrosive poisoning includes parenteral hydration and nutrition, H 2 -receptor antagonists or proton pump inhibitors. Upper gastrointestinal (GI) endoscopy should be done once the patient is hemodynamically stable and there are no signs of perforation. Urgent surgery is required in the event of perforation. Patients with Grade 0-1 injuries do not need hospitalization, while patients with Grade 2 and 3 injuries require intensive care unit (ICU) management. 1
C
orrosives are a group of chemicals that have the capacity to cause tissue injury on contact by a chemical reaction. They most commonly affect the gastrointestinal tract (GIT), respiratory system and eyes. Corrosives and caustics are synonyms, both mean 'something that eats away'. Acids and alkalis are the two primary types of agents most often responsible for caustic exposures. 2 Exposure to corrosive agents continues to be a leading toxicological source of injury for children and adults. An average home contains a dozen different cleaning products. These account for a large number of accidental and intentional poisonings. The estimated prevalence of corrosive poisoning is 2.5-5% while the morbidity is above 50% and the mortality is 13%. Eighty percent of corrosive poisoning occurs in children below five years. But, adult exposure has more morbidity and mortality due to significant volume of exposure and possible co-ingestion.
coMMon cAustic AGents
The common caustic agents include:
Strong acids and alkalis

Concentrated weak acids and alkalis
Oxidizers (with neutral pH)
Alkylating agents 
MechAnisM of Action of corrosive AGents
Laboratory tests
Hemogram: WBC count >20,000/mm³ is an independent predictor of mortality in corrosive poisoning.
Serum electrolytes: Hypocalcemia can occur with hydrogen fluoride poisoning.
Blood grouping and cross-matching
Renal function tests Liver function tests Coagulation profile Arterial blood gas analysis: Arterial blood pH and base deficit correlate with severity and adverse outcomes.
radiology
Chest X-ray: The radiographic signs of early mediastinal leaks are usually subtle. However, chest X-ray helps in detection of pneumothorax, pneumomediastinum and pleural effusion. Air under the diaphragm is suggestive of visceral perforation. A lateral view is more sensitive than PA view for detecting intraperitoneal air. 5
Abdominal X-ray: Can help in the detection of pneumoperitoneum.
Contrast studies: Barium studies have low sensitivity in detecting perforation and high-risk of aspiration and inflammation.
CT scan: CT scan of neck/chest/abdomen should be considered if there is a high-risk of suspicion for perforation despite negative plain X-rays. Contrastenhanced CT (CECT) is used to assess esophageal wall thickness, which can be used to predict the response to dilatation of stricture and the number of sessions required to achieve adequate dilatation. CT studies done with water-soluble contrast will allow localization of leak of air.
endoscopy
Endoscopy has been called 'sine qua non' for evaluating patients with corrosive poisoning. Direct evaluation by endoscopy is useful in grading severity of tissue injury, planning for nutritional support and long-term management of strictures. 6
Indications for upper GI endoscopy
Corrosive ingestion by small children 
Contraindications for upper GI endoscopy
Hemodynamic compromise
Peritonitis and mediastinitis
Mild ingestion (asymptomatic patients with normal oral/upper airway examination).
Endoscopy done very early (<6 hours) may not reveal the full extent of injury. The commonest practice is to perform endoscopy on Day 1-2. 6
The findings on upper GI endoscopy are based on Zargar's modified endoscopic classification of burns due to corrosive ingestion. 6 They are graded as below: Protection of airway: In the presence of respiratory distress and airway edema, urgent endotracheal intubation should be done as airway edema may rapidly progress over minutes to hours. Supraglottic edema leads to acute upper airway obstruction and cricothyrotomy or tracheostomy is needed in such a situation. Delay in prophylactic airway protection may make subsequent attempts at intubation or bag mask ventilation difficult or impossible. There is no clear role for systemic steroids in decreasing airway edema and of intravenous adrenaline or nebulization in reducing the need for endotracheal intubation.
Grade Description
Hemodynamic status: Acute circulatory compromise usually occurs due to hypovolemia. The reasons for hypovolemia are hemorrhage, vomiting and third-space sequestration. Hemodynamic correction can be done by replacement with crystalloid fluids. Invasive hemodynamic monitoring is indicated in unstable patients.
Decontamination: Any attempt at gastric emptying or dilution of compound is contraindicated in corrosive poisoning. Emetics should not be given as they increase the risk of mucosal injury and subsequent perforation. Nasogastric tube should not be inserted since it may cause esophageal perforation and increase the risk of aspiration. Exceptions to general rules of decontamination are zinc chloride and mercury chloride poisoning because both cause systemic toxicity. Patients who develop esopahageal strictures after alkali consumption have high-risk (1,000 times more risk than the general population) for the development of squamous cell carcinoma of esophagus. The mean latency period is 40 years after ingestion and in 84% of the patients, the malignancy is located in the area of the bifurcation of trachea.
Management of complications Laparotomy
Laparotomy is indicated in patients with:
Endoscopic or radiologic evidence of perforation Severe abdominal rigidity 
Persistent hypotension
Respiratory distress
Ascites or pleural effusion pH < 7.2 on arterial blood gas (ABG) analysis Laparotomy permits tissue visualization, resection and repair of perforation.
stricture management
Stricture formation begins weeks to months after injury and is the most important consequence of corrosive poisoning. Procedures used for prevention and treatment of strictures are:
Dilatation therapy: This is done 3-6 weeks after injury, progressively larger bougies are passed over endoscopically placed guide wires for dilatation. But, the risk of perforation, aspiration and dysphagia is high.
Surgery: Esophageal strictures resistant to dilatation therapy may require surgery that includes resection of stricture surgically and esophageal bypass surgery.
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